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ABSTRACT Objective To study the efficacy of Changyu Xiaoyao Recipe (CYXYR) in treating
chronic hepatitis B (CHB) patients with depression and to further explore its mechanism. Methods To-
tally 90 CHB patients with depression were randomly assigned to the treatment group and the control
group, 45 cases in each group. On the basis of Entecavir treatment, patients in the treatment group addi-
tionally took CYXYR, while those in the control group took Flupentixol and Melitracen Tablet. The treat-
ment course for all was 12 weeks. Hamilton Depression Scale (HAMD) score, ALT activities, quantita-
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tion of hepatitis B virus DNA (HBV DNA), levels of 5-hydroxytryptamine (5-HT), norepinephrine (NE),
brain derived neurotrophic factor (BDNF) , endogenous cannabinoids AEA, 2-AG, CBR1, CBR2 were de-
termined before treatment, during treatment (at 4 weeks of treatment) and after treatment (at 12 weeks
of treatment). Results The scores of HAMD were significantly lower in the two groups during and after
treatment, as compared with before treatment (P <0.05, P <0.01). The total effective rate of the treat-
ment group was similar to that of the control group, but the safety evaluation was higher. Post-treatment
HBV DNA negative conversion rate and ALT recovery rate were higher in the treatment group than in the
control group (P <0.05). Serum levels of 5-HT, NE, and BDNF were significantly higher after treatment
than before treatment in both groups (P <0.05, P <0.01). After treatment serum levels of AEA, 2-AG,
and CBR1 increased more than before treatment in the two groups (P <0.05), and better effects were
obtained in the treatment group. CBR2 content had no significant change after treatment in the two
groups, as compared with before treatment (P >0. 05). Conclusions CYXYR could significantly improve

the state of depression in CHB patients with less adverse reactions. The mechanism was closely related

-1421.

to elevating monoamine neurotransmitters and BDNF by regulating endogenous cannabinoid levels.
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